Thirty seven sudden, unexpected infant deaths from the Avon study were scored retrospectively for serious illness using a modified version of Baby Check. Three cases (8%) scored very highly. In a small proportion of sudden deaths, Baby Check could have identified serious illness before death and led to hospital admission.
Baby Check is a scoring system to help parents and doctors quantify serious illness in babies up to 6 months of age.' It is based on seven symptoms and 12 signs, each of which has a particular score. The individual scores are added together to give an overall score, and the higher it is the more ill the baby. Scores below 8 indicate 'the baby is well or only mildly ill and is not likely to need medical attention at the moment'. Between 8 and 12 'the baby is unwell but not likely to be seriously ill-contact your doctor,, health visitor or midwife for advice'. Between with a perforated stomach, who was asymptomatic when put to bed, and a baby with heart failure due to an atrioventricular canal defect, who was always mildly cyanosed and breathless. Both babies scored low. The third high scoring case (94, table 2) was not an 'explained' death, but adenovirus was isolated at postmortem examination.
Fewer control babies scored 0-7 (89%) than in the Baby Check field trials of mothers at home (97%).5 Here the mothers did not see the explanations in the Baby Check booklet, so they probably used less stringent criteria for each symptom/sign, and overscored. All three controls scoring 13-19 (table 2) had either green vomit (13 points) or recession (15 points), which are very rarely seen in the community. These would probably have been reported absent with Baby Check, where parents are told not to score items if in doubt.
The results suggest that Baby Check could help parents recognise a small proportion of babies at risk of sudden unexpected death. Babies who die suddenly and unexpectedly are more likely to be taken to the general practitioner in the week before death than control babies. 6 This difference is unrelated to reported symptoms, but parents clearly react to their perception of the babies' well being. If such families used Baby Check they might be empowered to obtain timely medical help, so that some of the babies would not die.
Abstract
Three of five children who were born to consanguineous parents developed GuillainBarre syndrome before they were 3 years old. The syndrome is rare in early childhood and we suggest that there may be a genetic element in the pathogenesis.
Polyradiculoneuritis (Guillain-Barre syndrome) has become the most common form of acute paralysis since the decrease in the incidence of poliomyelitis.' Though the incidence in children seems to be increasing, it is still rare below the age of 2 years.23 There have been only three reports of familial Guillain-Barre syndrome in adults, and none in children, to our knowledge.'
We describe three siblings from a consanguinous marriage who developed Guillain-Barre syndrome when they were less than 2 years old. The parents were young, healthy Arab Moslems who were second cousins and had five children (three boys and two girls). Their second, fourth, and fifth children are described in this report; the other two have always been healthy.
Case reports CASE 1 A 2 year old boy was admitted to another hospital in 1980 with progressive weakness and difficulty in swallowing. Two weeks before admission he had a short febrile illness and a cold. On admission he was pale and in a 'poor general condition', with drooling, generalised hypotonia and hyporeflexia. Results of laboratory tests did not indicate a diagnosis.
The child was treated with corticosteroids and intravenous fluids replacement. His condition deteriorated and he died on the sixth day in hospital with the presumptive diagnosis of encephalitis.
CASE 2
The younger sister of case 1 was admitted to this hospital in 1984 at the age of 22 months because of weakness in the lower limbs. One week before admission she had had pharyngitis, and subsequently she became sleepy and developed unstable gait. Neurological abnormalities included ataxic gait, inability to stand, and areflexia. Examination of the cerebrospinal fluid showed no cells, glucose 3-1 mmol/l, and a protein concentration of 1-6 g/l. The electroencephalogram was interpreted as normal. Electromyography showed reduced nerve conduction velocity with prolongation of distal motor latency. Poliomyelitis was ruled out. HLA typing failed to show the DR3, A3, and B8 antigens.
Within a week she started to improve spontaneously, and at follow up examination two years later she had no neurological deficit. CASE 3 The younger brother of case 2 was admitted to the paediatric intensive care unit in 1987 at the age of 9 months with respiratory failure follow-
